To the Editor, Hemolytic anemia has been reported to occur rarely with phenazopyridine treatment in patients with normal red blood cells [Nathan et al., 1977]. We report a hemolytic event in a patient having G6PD deficiency and mild renal failure. Case History A 73-year-old Arab male was admitted with a history of 2 weeks' fever and oliguria. Physical examination revealed a lethargic man with signs of moderate dehydration. The patient was rehydrated and started on ampicillin 4.0 g/day, gentamicin 240 mg/day and phenazopyridine 300 mg/day. The laboratory studies following rehydration revealed Hb 10.9 g/dl, Hct 0.35 and 14.5 × lOVl white blood cells with 86% neu-trophiles. The BUN level was 18 mmol/l, serum creatinine was 291 mmol/l and bilirubin level 0.5 mg/dl. The screening test for G6PD showed deficiency. Routine laboratory tests 4 days later disclosed that his Hb had fallen to 8.6 g/dl and his Hct to 0.28. Because of the suspicion of drug-induced hemolytic anemia, phenazopyridine was stopped and the patient continued in the same antibiotic therapy. 2 weeks later, after complete recovery, the laboratory data disclosed a Hb of 9.3 g/dl with Hct of 0.29, while the BUN, bilirubin and serum creatinine levels were unchanged. The serum haptoglobin was greater than 0.5 g/l and Hb electrophoresis was normal. A provocative trial was done giving the patient 400 mg of phenazopyridine in four divided doses. 2 days later the Hb fell to 7.7 g/dl with a Hct of 0.24, the serum haptoglobin was less than 0.25 g/l and the bilirubin level was 1.3 mg/dl, mostly indirect. Peripheral blood smear revealed fragmented red blood cells and a few target cells. The reticulocyte count was 5% (normal range 0.5-1.5%), platelet count and liver function tests were normal, Coomb's test was negative. The patient received 2 units of RBCs, his Hb rose to 11.7 g/dl and after a few days the serum haptoglobin level became normal again. Discussion Hemolytic anemia caused by phenazopyridine is thought to be a result of a direct oxidative effect of the drug on the RBC. There have been several reports about the hemolytic effect of the drug on normal RBCs [Nathan et al., 1977; Fredrick, 1980], but we are unaware of any report concerning its effect on patients with G6PD deficiency. This case indicates that phenazopyridine should be used with great caution in patients with G6PD deficiency especially if they already have renal impairment as was the case in our patient. Correspondence 
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